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Management of acute myocardial infarction 
Desmond Julian, Eugene Braunwald, Philadelphia, 
1994, WB Saunders, 441 pages, $52. 
Desmond Julian and Eugene Braunwald have jointly 
edited the first in the series of Frontiers in Cardiology, 
Management of Acute Myocardial Infarction. The editors 
have meticulously set out to condense the "veritable xplo- 
sion of new information . . . concerning pathophysiology 
and treatment of myocardial inf)rction" that has occurred 
in this decade. Their goal of presenting a very current and 
concise text describing the many multicenter trials con- 
ducted during the last few years and especially within the 
past 2 years is a rare achievement in textbook publication. 
The editors have assimilated an international cadre of 28 
contributing authors, one third of whom are from Europe 
and Canada. Internationally prominent contributors 
known to surgeons include Eugene Braunwald, James 
Chesebro, Richard Gorlin, Floyd Loop, Eric Topoi, and 
many others. The organization ofthe book is well conceived 
and logical. The first chapter, "Prehospital management" at 
first glance would not seem applicable to a vascular surgeon. 
However, it is an incredibly well-referenced work with 119 
citations and a decidedly British theme. Many of the 
authors' assumptions concerning the role of general prac- 
tice physicians accompanying the ambulance and caring tbr 
patients with myocardial infarction in Great Britain provide 
a unique insight into the British medical system and also 
provided this reviewer an opportunity to reflect on the 
changes confronting our style of specialty-dominated medi- 
cal care. In general a logical progression of topics tbllow, 
including the use of various thrombolytic agents and an 
in-depth discussion of the role of angiography and angio- 
plasty. Separate chapters deal with the use of aspirin and 
anticoagulants, beta blockers, calcium channel antagonists, 
and nitrates, and two chapters are devoted to angiotensin- 
converting enzyme inhibitors. Particularly useful to the 
practicing vascular surgeon are the chapters pecifically 
dealing with arrhythmias, the previously mentioned phar- 
maceutical gents, and treatment of mechanical complica- 
tions, management of cardiogenic shock, right ventricular 
infarction, and the non-Q-wave incomplete infarction. 
Because many of the recent publications in 
this vast arena use metaanalysis, the seventeenth chap- 
ter specifically discussing metaanalysis was particularly 
useful. 
The book is relatively inexpensive. The publisher's 
attempt o keep down the cost of this 441-page book is 
apparent from the lack of illustrations, mall margins, and 
inadequate spacing between lines. This obviously detracts 
from the book's readability. The book is primarily aimed at 
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physicians caring for patients with acute myocardial infarc- 
tion, that is the practicing cardiologist. However, vascular 
surgeons all too f?equently find themselves involved in the 
care of patients with acute myocardial infarction requiring 
surgical intervention. With this in mind, 1 believe this book 
offers an incredibly well-referenced and remarkably con- 
temporary source of intbrmation fbr the practicing sur 
geon to refer to when confi'onted with a patient with acute 
myocardial infarction. 
Bruce Elliott, MD 
Medical Universi~ of South Carolina 
Charleston, S.C. 
Clinical problems in vascular surgery 
Robert Galland, Charles Clyne. London, 1994, Little, 
Brown, and Company, 266 pages, $85. 
According to the editor's preface, the goal of this text 
is to "provide a background of basic principles in vascular 
surgery" tbr an audience of vascular surgery trainees. A
variety of vascular surgery topics are covered by different 
authors from the United Kingdom. Because the entire text 
with index is only 266 pages, it is no surprise that each 
covered topic lacks depth, and there are several obvious 
deficiencies. As an example, the chapters on infrainguinal 
bypass and aortoiliac occlusive disease are less than six and 
five pages in length, respectively. Moreover, there is a 
striking absence of patency or limb-salvage data. The 
chapter on the diabetic tbot excludes any discussion of 
revascularization ptions. The text might also improve 
with better organization. For example, a separate chapter 
at the end of the book includes ome data on the results 
of revascularization a d angioplasty. Outcome data would 
be easier to access if they were included toward the end 
of each chapter dealing with specific arterial reconstructive 
operations. The book also falls short of its goal by i'bAling 
to provide more detailed descriptions of the technical 
aspects of revascularization perations. The paucity of 
diagramming, if improved, would augment he abbrevi 
ated text by enhancing the description of operative x 
posures and techniques. Important opics such as hemo- 
dynamic principles, mesenteric ischemia, extra-anatomic 
bypass, and dialysis access are either excluded or men- 
tioned only briefly. One of the highlights of the text is thc 
introductory chapter on the history of vascular surgery 
written by Mr. H.H.G. Eastscott. Another interesting 
chapter, which pertains trictly to the health care system 
in the United Kingdom, describes the vascular audit, a 
systematic review of access to the system, workload, out- 
come, and resource use. 
As a superficial review of vascular surgery, the text has 
limited success. Because most important opics are not 
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given ample commentary and others are not discussed at all, 
vascular surgery trainees would be best served by investing 
the $85.00 cost per copy as an initial installment on 
Rutherford's Vascular Surgery textbook. 
Kenneth E. McIn~re, MD 
University of Texas Medical Branch 
Galveston, Texas 
Mechanoreception by the vascular wall 
Gabor M. Rubanyi. Armonk, N.Y., 1993, Futura, 250 
pages, $65. 
Physiologists have recognized for nearly a century that 
the blood vessel is capable of responding to hemodynamic 
A)rces. As the flow of blood increases through a vessel, the 
vessel dilates. This property isintrinsic to the vessel wall and 
is observed in the absence of neurogenic or hormonal 
influences. It is now apparent hat this flow-mediated 
vasodilation is caused by the release of vasorelaxant sub- 
stances from the endothelium. In most vessels the vasodi- 
lator that mediates the response to flow is endothelium- 
derived relaxing factor (EDRF). EDRF is now known to be 
nitric oxide, derived from the metabolism of arginine by 
nitric oxide synthase. Another vasodilator that is released 
from the endothelium in response to flow is prostacyclin, 
and in some circulations it may even play a larger ole than 
EDRF. Finally, endothelium-dependent hyperpolarizing 
factors may act on the subjacent vascular smooth muscle to 
increase the electronegativity of the membrane, thereby 
reducing intracellular calcium levels and inducing vasore- 
Iaxation. 
The blood vessel also responds to increase in pressure. 
As intraluminal pressure increases within a vessel, the vessel 
contracts. This response appears to be directly generated by 
the vascular smooth muscle, although it can be modulated 
by endothelial and neurogenic factors. This myogenic 
response to elevations inpressure protects the microvascu- 
lature from surges in hydrostatic pressure. The myogenic 
regulation of capillary hydrostatic pressure reduces capillary 
filtration to about 10% of that which would occur in absence 
of such regulatory mechanisms. 
New insights have been gleaned recently regarding the 
mechanisms that underlie the vascular response to hemo- 
dynamic fbrces. These insights are reviewed in depth in the 
text Mechanorr by the vascular wall, edited by G.M. 
Rubanyi, MD, PhD. The editor is an internationally recog- 
nized figure who has made important contributions to this 
field and is well positioned to provide aseasoned physiologic 
perspective. The contributors to this textbook are also 
leading experts in the field who have provided an in-depth 
review of the biophysical principles of mechanoreception, 
the phenomena ofmyogenic tone and autoregulation, and 
the role of the endothelium in mechanotransduction and 
vasomotion. 
Within this text you will find an elegant discussion of the 
experimental evidence in favor of diffizrent models of the 
myogenic ontrol of microvascular flow. The modeling 
becomes quite complex because ndothelial and neuro- 
genie influences arc superimposed on the myogenic re- 
sponse to elevations in pressure. Furthermore there is a 
heterogeneity, of the strength of the myogenic response, 
dependent on the vascular bed and size of the vessel. For 
example, in the cerebral and renal circulation, the myogenic 
response predominates and plays a major role in maintain- 
ing constant flow across a broad range of intravascular 
pressures. This narrow range of autoregulation is not 
observed in other vascular beds. 
The specific "pressure-sensor" that transduces the 
hemodynamic stimulus into a mechanical response isstill a 
matter of speculation. Many investigators, however, have 
calculated that a stretch-responsive calcium channel may be 
activated by elevations in intravascular pressure. Activation 
of this calcium channel would increase the influx of extra- 
cellular calcium, which would initiate a chain of events 
leading to vasoconstriction. The evidence that a specific 
stretch-responsive calcium channel exists is reviewed. Phar- 
macological data support the contention that a specific 
stretch-responsive calcium channel can be distinguished 
from the typical voltage-regulated L type calcium channels. 
For example, stretch-induced vasoconstriction is relatively 
resistant to inhibition by calcium entry antagonists, whereas 
activation of voltage-regulated calcium channels (by depo 
larizing concentrations of potassium chloride) are sup- 
pressed by these antagonists. Alternatively or in addition, 
activation of protein kinase C by stretch may enhance the 
sensitivity of the contractile apparatus to calcium and 
thereby augment pressure-induced constriction. 
The modulatory role of the endothelium receives em- 
phasis in this text. Although the majority of studies indicate 
that stretch-induced contractile response occurs in the 
absence of endothelium, there clearly is evidence that the 
endothelium may modulate pressure-induced vasocon 
striction. In the canine basilar artery, stretch-induced re- 
lease of a vasoconstrictive prostanoid plays a major role in 
autoregulation. There may bc other endothelial constrict- 
ing fhctors elaborated through the influence of pressure; 
the evidence indicates that these may be metabolites of 
arachidonic acid via the lipoxygenase or cytochrome P450 
pathways. Furthermore, increases in pressure can reduce 
the secretion of endothelium-derived r laxing factor. Fi- 
nally, in some vascular beds endothelial cells are in direct 
electrical contact with the vascular smooth muscle through 
gap junctions9 These myoendothelial junctions allow elec- 
trical coupling; depolarization of the vascular smooth 
muscle may lead directly to contraction and indirectly 
reduce EDRF release9 
Nitric oxide also plays a role in inducing vasomotion 
(the rhythmic ontraction and dilation of blood vessels). 
Nitric oxide-induced increases in guanosine monophos- 
phate may result in oscillation in endothelial calcium or 
changes in calcium sensitivity of the contractile machinery. 
Finally, the intriguing and poorly understood phenom- 
enon of angiogenesis and its regulation by hemodynamic 
forces is reviewed. Hemodynamic alterations, particularly 
increases in flow, can initiate angiogenesis. This may be 
mediated in part by shear stress-induced secretion of tissue 
